Sir, We read the recent article by Dr Balfour-Lynn with interest.1 In this study the prepubertal height centile from a 'distance' chart of each individual child was extrapolated to the adult centile as an assessment of final height prognosis. It is the degree of epiphysial maturation, however, that determines the proportion of growth that has occurred and hence the height potential remaining; only 40% of the children in this study had an assessment of bone age. A further assumption was the use of development of pubic hair as a sign of the onset of puberty. Pubic hair, which is predominantly associated with adrenal androgen secretion, is not necessarily a sign of the onset of puberty. Luxurious development of pubic hair is common in children with absent puberty secondary to hypogonadotrophic hypogonadism or gonadal dysgenesis.
Figure 1 of this article depicted the timing of the growth spurt of a boy with asthma coincident with the onset of puberty. One of the characteristics of puberty in boys is that the onset of the spontaneous growth acceleration occurs late in puberty, between genitalia stage 3 and 42 or more accurately at the attainment of a 10 ml testicular volume. Clearly, in Figure 1 the growth spurt was either unrelated to the spontaneous growth acceleration of puberty and perhaps due to 'catch up' growth secondary to effective treatment or the assessment of the onset of pubertal maturation was incorrect. If the former was correct then the growth pattern was not due to delayed puberty; the latter would put the accuracy of the entire study into doubt. The data presented showed a loss of the harmony of normal growth and puberty. and this usually points to an endocrine abnormality.3
Such a longitudinal study should be an important contribution to our understanding of the growth of children with asthma, many of whom have delayed growth and puberty. The data presented and the errors in methodology, however, do not permit the conclusions that Dr Balfour-Lynn has made.
R STANHOPE and M A PREECE
Institute of Child Health, London WCI Dr Balfour-Lynn comments: It is intriguing to learn from the department made famous by Professor Tanner that children who faithfully follow one of the centile lines on his growth and development charts throughout the whole of their growing life cannot be considered to have grown normally. In this study all 66 children were directly observed to do this up to at least 10 years of age, during the most severe period of their childhood asthma. Thirty five children continued to follow their chosen centile, whereas 30 were observed to have delay in the onset of puberty with a typical growth delay curve, even though in many this coincided with an improvement in their asthma and some, like the child in Figure 1 , were actually free of symptoms. Satisfactory catch up growth occurred in all these children. If this does not mean that asthma has no direct effect on growth, apart from indirectly by causing pubertal delay, then Professor Tanner's charts should no longer be considered acceptable standards and should be scrapped in every paediatric clinic in the country. Support for this study was found, however, in 40% of these children from bone age predictions, a percentage highly acceptable to statisticians if not to Professor Preece and Dr Stanhope. Moreover, support was also presented from 91% of the parental heights, a fact ignored by them. Pubic hair was mentioned in the assessment of puberty as Professor Tanner included it in great detail in all his charts.2 It was not noted to be the first sign of puberty in any of the boys, but it was in two girls. If this is not acceptable as a sign of the onset of puberty then it means that the delay was even greater in the girls in this study.
It is absurd to suggest that all this consistent data is destroyed by the chart of one boy. He had the greatest delay in the onset of puberty of all the children in the study and consequently the greatest centile loss in height during the deceleration in growth velocity. Thus his pubertal delay curve was used as it was the most dramatic, though possibly some smoothing off by the medical artist has caused a little confusion. His growth curve was especially interesting as he was one of the milder cases of asthma. He was successfully treated with regular sodium cromoglycate from the age of 7 to 11 years, after which he rarely needed to use a salbutamol inhaler and was soon entirely free of symptoms. There is no way his growth delay could be directly attributable to asthma or treatment. Because of his pronounced pubertal delay, however, he was carefully observed as his parents were by then more concerned with this than his asthma. Changes were first detected in his testes when seen at the age of 15-8 years (accuracy to within six months), which were obvious six months later. When he was aged 16-8 years his genitalia had reached stage 3 and pubic hair was first noted. A growth velocity curve shows that his peak height velocity coincides with this stage. Marshall and Tanner, in the paper quoted by Professor Preece and Dr Stanhope, noted peak height velocity at stage 3 of puberty, though it occurred more commonly at stage 4.2 Marshall and Tanner, however, were recording a series of children with normal growth, but in my experience of pubertal growth delay the greater the delay the more dramatic and earlier the growth spurt once puberty develops.
In this study the methodology used for the assessment of growth, puberty, and bone age prediction have relied heavily on the work of Professor Tanner. It is surprising that this is no longer acceptable to his old department.
